Introduction
Eosinophilia has been associated with parasitic diseases, particularly when the parasites invade the tissues or injure the mucosal surfaces. Toxocara canis is an intestinal parasite of dogs, and is the most common aetiologic agent of visceral larva migrans syndrome (VLMS). In humans, VLMS results from the ingestion of embryonated eggs of T. canis, that eclode in the small intesfine. The infective larvae invade the mucosa, move into the liver via the portal circulation, and from there to the lungs. 2 Beaver et al., 3 who were the first to describe this syndrome, noted the intense eosinophilia which reaches more than 90% of total leucocyte counts. However, there are few studies regarding the mechanisms involved in the blood and tissue eosinophilia obseeeed in VLMS.
Several investigators have suggested a direct correlation between eosinophilia and interleukin-5 (IL-5) in human helminth infections 4'5 and in 67 experimental animal models. Inhibition of eosinophilia has been demonstrated by anti-IL-5 24 Mediators of Inflammation Vol 5 1996 treatment in mice infected with Nipostrongylus brasiliensis, 8 $chistosoma mansoni, Toxocara canis 7 and Heligmosomoidespolygyrus. 1 IL-5 has also been shown to support the terminal differentiation, proliferation of eosinophil precursors 11'12 and eosinophil activation. 13 Although IL-5 does not demonstrate eosinophil chemotactic activity in vivo 14 there is some evidence suggesting that this 16 have demonstrated that in order to acquire the ability to transmigrate, eosinophils must be primed with IL-5, IL-3 and GM-CSF. Thus, the involvement of IL-5 in eosinophilia is not fully understood.
In the present study we have used a guinea-pig model of VLMS to investigate the involvement of IL-5 in eosinophil migration and in the maintenance of eosinophilia in blood, bone marrow, lung and peritoneal cavity. (Fig. 4A) . However, when TRFK-5 was administered to the infected animals on day 17 post-infection (thus 1 day before sacrifice), a significant inhibition in number and percentage of eosinophils was observed only in the blood (p=0.030) (Fig. 4B) (Fig. 5 ). These data show (Fig. 6A,B) . However, the parasite. The cytokine pattern that develops at treatment of animals with TRFK-5 at the same this early stage, probably induced by a T-cell time of infection, or 1 day or 3 days later ted to independent pathway, may also influence the a complete inhibition of eosinophil infiltration in pattern of T cell differentiation into a Th2 type, the lung parenchyma (Fig. 6C ). By contrast, the which may be responsible for the second peak mononuclear cell infiltration in the lungs was of IL-5 observed in our experimental model not modified. When the infected guinea-pigs (Fig. 3) , although a second cycle of larval invareceived TRFK-5 1 day before sacrifice (or 17 sion (Fig. 2) with a rapid peak of IL-5 liberation days post-infection), eosinophil infiltration in the cannot be ruled out. lung parenchyma was also inhibited (Fig. 6D 
